cerebrospinal fluid proteins were 30 g/l. Electromyographic and nerve conduction analyses confirmed neuropathy with axonal abnormalities. Within few months appeared walking impossibility, swallowing difficulties and respiratory distress. Serum VEGF was highly elevated at 9700 pg/ml (normal range: 62-707).
Steroids treatment was declined by the patient. ASCT was considered at high risk because of her poor condition (Karnofsky score of 50%), neurological defects and respiratory failure. We hypothesized that VEGF inhibition may relieve neuropathy. Bevacizumab therapy was initiated at 10 mg/kg every 2 weeks. Pain relief was observed after two infusions, followed by major improvement in walking and breathing within 10 weeks. This was correlated with a drop in VEGF level (61 pg/ml) and a significant improvement in electromyographic and nerve conduction studies. Treatment was continued for 4 months, and further clinical improvement was observed, confirmed by electroneuromyography and pulmonary function tests. Hepatomegaly and skin abnormalities remained unchanged. Karnofsky score improved at 80%, allowing ASCT conditioned with melphalan (200 mg/m 2 ) to be realized in better conditions. The procedure was well tolerated, and clinical outcome was excellent with a Karnofsky score at 90% 1 year after the procedure.
Rapidly evolving neuropathy may hamper to carry out ASCT in POEMS patients. Neurological defects in our POEMS patient has been partially reversed by bevacizumab therapy, further supporting the role of VEGF in this complication. The large biological and clinical heterogeneities of POEMS syndrome could explain variable sensitivities to anti-VEGF therapy [4, 5] . Our report indicates that some patients may benefit from bevacizumab to improve their clinical condition before applying more standard treatments. 
